of the arterial involvement secondary to a long standing venous congestion, actually representing a more advanced stage of the disease. Indeed, the presence of fibrous tissue within the gastric muscle coat is likely to represent the dystrophic effect due to the vascular abnormalities.
The acute ulcers and the superficial mucosal necrosis could be an expression of either alcohol dependent toxicity or ischaemic damage secondary to the prominent vascular alterations. Features in keeping with the latter pathogenesis are mucosal atrophy, submucosa fibrosis, and the presence of fibrous tissue within the gastric muscle.
In addition, we noted the similarity of some arterial abnormalities-intimal hyperplasia up to total lumen obliteration, diffuse duplication, and focal fragmentation of the internal lamina elastica-with the arterial anomalies described in primary angiodysplasia such as Dieulafoy's disease.'" Nevertheless, in the present case the clinical presentation in a cirrhotic patient with portal hypertension was not in keeping with the hypothesis of a Dieulafoy-like angiodysplasia that usually occurs in middle aged and elderly men without any relevant family history, excessive alcohol or aspirin intake. In addition, in Dieulafoy's disease the mucosal ulcer, localised in the upper stomach, is usually single, small, and shallow, whereas in our case the ulcers were multiple and deep penetrating. Finally, the prominent muscularisation of the veins was the main histological feature supporting a late stage congestive gastropathy rather than an angiodysplasia.
In conclusion, our study focuses on the large spectrum of microscopical vascular alterations present in a late stage congestive gastropathy, of which, to the best of our knowledge, this is the first description. The similarity with Dieulafoy-like angiodysplasia emphasises that clear cut criteria to define gastric vascular lesions do not exist yet. 
